anaemia together with toxic changes in granulopoiesis. Total protein was 58 g/l, albumin 21 g/l, calcium 16 mmol/l. Radiograph of the chest was normal; liver scan was normal with absent splenic activity. The enlarged cervical lymph nodes were biopsied and histology showed a mass of necrotic tissue infiltrated with polymorphs and lymphocytes, all demonstrating degenerative changes. There was no evidence of malignancy, sarcoid, or tuberculosis and culture of the tissue was negative. During the first week of his admission, he also developed enlarged lymph nodes in the right cervical region and these were also biopsied with identical histological findings. Using a Crosby capsule, a jejunal biopsy was obtained and this showed subtotal villous atrophy with a diffuse chronic inflammatory infiltrate (HLA typing: Al, Aw30, B8, B13, Cw6) .
He was initially treated with intravenous rehydration and antibiotics and, once the diagnosis of coeliac disease was made, a gluten free diet was started. His general condition improved and the lymphadenopathy gradually resolved over the next two months. Shortly before starting his diet, a peripheral lymphocytosis was noted and this became more marked over the next two months before gradually returning to normal six months later (Fig. 1) . When this was at its maximum-that is, the peripheral white cell count was 13.6x 109/l-it was further investigated by assessing the proportion of T and B lymphocytes. The T lymphocyte count was 8 3 x 109/l -that is, 61% of the total white cell count (normal range 50-70% total)-and the B lymphocyte count was 2 7x 109/l-20% of the total (normal range 10-20%). In addition, there was a normal distribution of light and heavy chains on the B lymphocytes, and a normal K to X light chain ratio in the marrow. Over the next two months, she developed ascites and the hypoproteinaemia persisted. Faecal fat estimation was raised at 14-6 g/24 h and a barium meal and follow-through showed changes suggestive of malabsorption. However, a jejunal biopsy was unsuccessful and she refused further investigation for the next 11/2years. After this time, she again presented with further weight loss and diarrhoea. She was found to be anaemic once more and the abdominal mass was still present. Faecal fat was still raised at 16.5 g/24 h and a jejunal biopsy showed total villous atrophy with infiltration by plasma cells and lymphocytes. A gluten free diet was started and, as she followed this, her weight-increased, the abdominal mass resolved, and for the past seven years her health has remained satisfactory (HLA typing: Al, A2; B8, B27; Cwl).
Discussion
These patients with coeliac disease demonstrated the clinical feature of pronounced lymphadenopathy and malignancy was strongly suspected as the cause. However, extensive investigations failed to confirm this and subsequently the lymphadenopathy regressed spontaneously with treatment of the coeliac disease. These cases illustrate that, although there is an increased incidence of malignancy, particularly lymphoma, 1-3 in coeliac disease and peripheral lymphadenopathy may sometimes be a manifestation of this, lymph node enlargement can also occur as part of the disease itself and resolves with treatment. Lymphadenopathy is a rare presenting sign in coeliac disease, its incidence being 12% in one series5 but nil in several others,6-8 and, indeed, the opposite findings of lymphoid hypoplasiag and spienic atrophy'0 are well-recognised features of this condition. However, it is interesting that in one of the earlier reports on coeliac disease and mucosal abnormalities," 1 three out of four patients subjected to laparotomy were found to have markedly enlarged mesenteric nodes and the remaining patient was noted to have small abnormal glands in the jejunal mesentery. These findings are very similar to those in our second case and the histology of these abnormal nodes was also similar to that of both cases, showing fibrosis and infiltration with chronic inflammatory cells. It is, therefore, possible that this mesenteric lymphadenopathy is present in many cases of coeliac disease, but is no longer recognised now that laparotomy is not required to obtain jejunal histology and our second patient may repre-sent an extreme example with clinically detectable nodes.
Reports of peripheral lymphocyte counts in coeliac disease vary. In two series,'2 13 values were normal and Bullen and Losowsky"4 also found no significant difference in total lymphocyte counts in controls, patients with untreated coeliac disease, and those with treated coeliac disease and no evidence of hyposplenism. Treated patients with hyposplenism had significantly higher counts but these were well below the values obtained in our patient. In isolated cases, raised counts have been found,'5 but these reached a maximum of only 60x 109/l, well below the levels reached in our case, both at presentation and later when he lapsed from his gluten free diet. Holmesl'5 
